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It’s now cheaper to print color figures in KI
Have you been concerned in the past about the cost of print-
ing color figures in Kidney International (KI)? KI has listened 
to your concerns and is now offering permanently reduced 
pricing for color figures—a flat fee of $500 per printed page, 
no matter how many color figures are on a page. This pricing 
is more affordable for authors and competitive with other top 
scientific journals. We want to make it easier for authors to 
publish the color figures that demonstrate important scien-
tific findings, and our new pricing reflects our commitment to 
achieving this goal.
Reversal of  
intercalated-cell 
adaptation to  
acidosis by HCO3
Acidosis reduces the number of HCO3-
secreting β-intercalated cells in the 
cortical collecting duct (CCD) and 
increases the number of acid-secreting 
α-cells. As they report in this issue, 
Purkerson et al. studied isolated CCDs 
from rabbits treated with acid for 3 days, 
confirming these results and also find-
ing a decrease in pendrin mRNA and 
protein expression as well as an increase 
in anion exchanger (AE1) mRNA and 
protein. However, when these acidotic 
animals were treated with HCO3 for 
6–20 hours to correct their acidosis, 
the expression of these transporters 
returned to normal pre-acidotic levels. 
These changes in molecule expression 
were also accompanied by an increased 
HCO3 secretory flux and a decrease 
in acid secretion. These studies show 
that the adaptation to acidosis is fully 
reversible. See page 993.
Fibroblast growth 
factor 23 in uremia
Chronic renal failure is associated with 
many anomalies of calcium and phos-
phorous metabolism. The unraveling of 
these anomalies has resulted in important 
therapeutic insights as well as a deeper 
understanding of the pathophysiology 
of this complex system. Hasegawa et 
al. studied the role of fibroblast growth 
factor 23 (FGF23) in uremia and, like 
other researchers, found that FGF23 is 
increased in rats with chronic kidney dis-
ease, as is parathyroid hormone (PTH) 
and fractional excretion of phosphate. 
When the animals were infused with 
anti-FGF23 neutralizing antibodies, the 
researchers found that the fractional 
excretion of phosphate was reduced and 
was accompanied by elevation of serum 
phosphate. The low vitamin D levels seen 
in untreated animals were increased in 
the antibody-treated rats. All of this 
resulted also in increased plasma calcium 
and reduced PTH levels. These studies 
add FGF23 as an important player in the 
pathophysiology of mineral metabolism 
in uremia. See page 975.
Urinary granzyme  
as a biomarker  
for acute rejection
Acute T cell-mediated rejection is an 
important cause of loss of function imme-
diately after transplantation and is dif-
ficult to distinguish clinically from acute 
tubular necrosis (ATN). To try to develop 
a noninvasive biomarker, van Ham et al. 
measured the mRNA of a number of T-cell 
products involved in the rejection reac-
tion. They studied 70 patients with biopsy-
proven T cell-mediated acute rejection as 
well as other causes of acute graft failure. 
They found that urinary granzyme A was 
higher in subclinical rejection and acute 
cellular rejection with an 80% sensitivity 
and a 100% specificity, able to discrimi-
nate between acute rejection and ATN. The 
urine mRNAs were undetectable in urine 
from patients with stable graft function and 
most patients with ATN. Once confirmed 
in a larger series, these studies should pro-
vide the beginning of the development of a 
new biomarker for this difficult condition. 
See page 1033.
